Recently increasing attention has been drawn to the occurrence of fatal hyperpyrexia in patients undergoing general anaesthesia. In some cases the tendency to develop this complication is said to be inherited as an autosomal dominant characteristic (Britt, Locher and Kalow, 1969) .
In 1960 a patient died with malignant hyperpyrexia during general anaesthesia in Pontefract General Infirmary.
CLINICAL REPORT
A female patient aged 14 died in 1960 with malignant hyperpyrexia during an operation to correct recurrent dislocation of the patella. Pre-operative examination had revealed no abnormality. At the age of 7 she had experienced an uneventful tonsillectomy under thiopentone-ether-trichloroethylene anaesthesia. Premedication then consisted of morphine 10 mg and atropine 0.6 mg injected 1 hour before induction. Anaesthesia was induced with 2.5 per cent of thiopentone 100 mg, followed by suxamethonium chloride 40 mg. The response to suxamethonium was normal, with no increased fasciculation or rigidity. Intubation was easy and spontaneous respiration returned in a few minutes. Anaesthesia was maintained using nitrous oxide, oxygen and 1.5 per cent halothane. About 10 minutes after the start of surgery, that is 20 minutes after induction, the anaesthetist in charge observed the following.
The pulse was rapid and irregular. There was a marked facial pallor, a circumoral tinge of cyanosis, and the face felt very hot. The oral temperature was 110°F and the rectal temperature 106°F. It was impossible to keep the skin pink in spite of change to 100 per cent oxygen. The operation was rapidly concluded and active cooling with ice packs and sponging carried out. The patient's limbs were rigid, the arms semiflexed and the hands tightly clenched. Respiration became weak, irregular and artificial ventilation with 100 per cent oxygen was used.
Cardiac arrest occurred. Resuscitation was of no avail. She died at 5 p.m., some 2i hours after the time of induction. Postmortem examination showed non-specific changes indicating anoxia with brain haemorrhages
The serum creatine phosphokinase and aldolase levels of the members of this family have been studied, following reports of raised levels of these enzymes in a family with three cases of hyperpyrexia (Isaacs and Barlow, 1970) .
The members of the family were contacted through their general practitioners and all agreed to the investigation. The subjects were instructed to avoid strenuous physical exercise for at least 48 hours prior to collection of blood. The blood was collected with minimum of stasis; all assays were carried out on fresh serum using U.V. methods (Boehringer Corporation, London). Normal ranges sx.p.k. 0-50 mU/ml, aldolase 0-6.0 mU/ml.
RESULTS
The family tree, and enzyme determinations are shown in_ figure 1 and table I.
Our results support the findings of Isaacs and Barlow (1970) We have warned the family under study of a possible increased risk of operation and/or anaesthesia, especially in those members with s.c.p.k. values over 200 mU/ml. In the case of the pregnant lady (s.c.p.k. 83 mU/ml) the elevated value could possibly be a result of her pregnancy. Should anaesthesia be necessary during her confinement, alternative techniqueslocal, regional, conduction anaesthesia or a combination of nitrous oxide, oxygen and a narcotic mixture-should be considered. We have advised that her s.c.p.k. should be repeated after confinement and when her two children reach a reasonable age their s.c.p.k. should also be determined.
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